Abstract. The 
later a marked increase in GABA in the LC. Such action caused a significant decrease of plasma LH levels and prevented the pro-oestrus LH surge. In some animals, plasma prolactin levels were also lowered, but in others its plasma concentrations were high and similar to that in controls. Ovulation did not occur in the rats treated with GVG. In additional experiments, the periventricular gray substance (PGS) There is recent evidence for an inhibitory role of gamma-aminobutyric acid (GABA) on LH secre¬ tion. For instance, the increase in endogenous GABA levels in the rat brain can prevent both the rise of plasma LH at pro-oestrus and the postcastration-and steroid-induced LH release in ovariectomized rats (Banzan & Donoso 1982; Do¬ noso & Banzan 1984 & Banzan , 1986 ).
Participation of the brain transmitters in the control of the pre-ovulatory LH output and ovul¬ ation has been well established in a large number of studies performed in rats. In this regard, one of the most evaluated ones is noradrenaline (NA) (Kalra & Kalra 1983 (Dotti & Taleisnik 1982) . On the other hand, electrolytic lesioning of the LC has been reported to prevent the pre-ovulatory LH discharge, causing alter¬ ation of the rhythmicity of the oestrous cycle and a delay in the plasma LH increase induced by ovariectomy (Franci & Antunes-Rodrigues 1985 (Fig. 1A) . The figure also illustrates that the typical peak of pro-oestrus with a decline at 20.00 h was absent in this group.
Owing to the large variation in the means, no significant between-times differences were found.
However, individual analysis of data showed that some animals had delayed LH peaks, whereas LH release was early increased in others (see inset of Fig. 1A) .
GVG injected at 11.00 h caused a sharp de¬ crease of LH and prevented, over all the time of observation, the pro-oestrus LH increase. Values of LH in the plasma did not rise and remained very low (below presurge levels, which are < 100 µg/l in this laboratory) in 9 out of 11 rats (Fig. 1 A) . Plasma prolactin (PRL) levels^g /l; mean ± sem) in pro-oestrus rats injected into the LC with gammavinyl-GABA (dark circles). Saline-injected controls are represented by the shadowed area that shows the means (solid line) and the range of sem. the plasma; its concentrations were always low and did not changed over the total pro-oestrus after¬ noon (Fig. 3A) .
PRL was not measured in the plasma of these groups of rats.
As seen in Table 2 , the rate of ovulation was normal and so was the number of ova in the saline-injected controls. Local GVG injection into the PGS blocked ovulation in 9 out of 12 rats.
Location of cannulae Frontal sections of the rat brain in Fig. 1 and 3 illustrate the location of cannulae in the animals selected for evaluation of results. The cannulae tips were found in an area of 1 mm above the LC (Fig. IB) Gamma-vinyl-GABA, a 'suicide' inhibitor, at the concentration employed in our experiments is known to decrease GABA-T below detectable levels and to increase local GABA levels (Casu & Gale 1981) . The GABA increase observed in the LC 6 hours after local GVG injection takes place in the GABA-decarboxylase positive nerve termi¬ nals surrounding the NA neurons (Berod et (Foote et al. 1983) . Moreover, in the projec¬ tion fields of the LC (the PGS), GABA receptors have been revealed (Palacios et al. 1981 ).
This study does not identify the mechanism(s) of GABA action. However, it is possible that GABA alters the function of the NA ascending pathway that innervates the LHRH cells or their
